A case is presented of a 43 year old woman with massive haemotypsis secondary to non-thrombotic pulmonary embolism complicating atrial septal defect repair with a prosthetic patch. Non-thrombotic embolus must be considered in the differential diagnosis of massive haemoptysis. (Thorax 1995;50:911-912) 
Atrial septal defect is one ofthe most commonly recognised congenital cardiac anomalies in adults. Uncomplicated atrial septal defect in which there is evidence of significant left-toright shunting may be closed by suture or with a prosthetic patch.' The surgical mortality and morbidity rate is low and results are generally excellent.' We report a case of massive haemoptysis complicating prosthetic patch pulmonary embolism 20 years after repair of the atrial septal defect.
Case report A 43 year old non-smoking white woman was admitted with massive haemoptysis. There was a history of atrial septal defect, ostium secundum type, that was first noted at the age of 20 years and closed with an interatrial prosthetic patch without surgical complications. She was well until two years before admission when haemoptysis developed. A chest radiograph showed an apical right lower lobe infiltrate; subsequent bronchoscopic examination was normal. A tuberculin skin test was negative and sputum study disclosed no acid fast bacilli. She remained asymptomatic until admission when she presented with a two day history of cough with blood-tinged sputum, followed by considerable haemoptysis (approximately 500 ml in 24 hours). Physical examination was normal; in particular, cardiac auscultation revealed normal heart sounds. Laboratory tests were normal, as were the electrocardiogram, pulmonary function tests, and arterial blood gas analysis (breathing room air): A computed tomographic (CT) scan of the thorax confirmed the infiltrate to be in the apical segment of the right lower lobe ( fig  1) . When intravenous contrast medium was administered she experienced a hypersensitivity skin reaction and it was stopped. An initial bronchoscopic examination showed active bleeding from the right lower lobe. On the seventh hospital day a second bronchoscopic examination showed inflamed bronchial mucosa in the apical segment of the right lower lobe but no endobronchial lesion could be seen. Microbiological and cytological examination of bronchoalveolar lavage fluid, bronchial washings, and biopsy specimens revealed no fungi, acid fast bacilli, or atypical cells. Pulmonary angiography was not performed because of the hypersensitivity reaction to contrast material during CT scanning. Thoracotomy was performed because of repeated haemoptysis. After resection of the right lower lobe dissection of the lobar pulmonary artery demonstrated the interatrial prosthetic patch within one of its segmental branches (fig 2) . Microscopically it was surrounded by inflammatory fibrous tissue similar to a foreign body giant cell reaction. Three days after surgery a colour echocardiogram confirmed the permeability of the atrial septal defect. 
Discussion
Life threatening haemoptysis is rare, occurring in less than 5% of all patients who present with haemoptysis. The mortality with conservative treatment is as high as 75%.2 The incidence of a cardiovascular cause of haemoptysis has varied from 1-4 to 7%.'-' Well recognised cardiovascular causes of massive haemoptysis include mitral stenosis and congenital heart disease. Other causes are septic pulmonary emboli complicating bacterial endocarditis, mycotic aneurysms of the pulmonary artery, dissection of the aorta, and bronchovascular fistulae.6 Cases of massive haemoptysis have been reported with prosthetic mitral valve obstruction and with automatic implantable cardioverter defibrillator placement.78 Haemoptysis complicating congenital heart disease has been most frequently described in pulmonary vascular disease, usually with pulmonary arterial stenosis and Eisenmenger's complex, but it also occurs in patients with pulmonary venous congestion, as in atrial septal defect with significant left-to-right shunting.23 Early surgical repair is definitive and results are generally excellent without significant complications. 1 To our knowledge this is the first reported case of massive haemoptysis complicating prosthetic patch pulmonary embolism after atrial septal defect repair. We believe that the patch had detached shortly after surgery and lodged in a segmental pulmonary artery, and bled as a result of a local vigorous inflammatory response and foreign body reaction with repeated infections. New vessel formation and extensive remodelling with hypertrophy of the bronchial artery was present, as would occur with an aspergilloma.23 This possibility is supported by the bronchoscopic, radiographic, and microscopic findings.
Foreign particle embolism can be derived from almost any material introduced into the body. Usually it embolises to the lungs and may cause little damage, but occasionally it may result in interstitial fibrosis and/or pulmonary hypertension. In our case the dislodgement of the prosthetic patch was complicated by an increased inflammatory response and bleeding. Cases have been reported of systemic embolisation of a prosthetic mitral valve and tricuspid valve fragments to the lungs, but have not presented as massive haemoptysis or related to atrial septal defect prosthetic patch.9
